Benign strictures of the oesophagus associated with hiatus hernia do not always follow the same pattern. Some patients have symptoms of reflux oesophagitis for years before slowly developing a stricture: others present with a sudden onset of dysphagia. The reason for this has not been explained, and the role of a true peptic ulcer as opposed to peptic oesophagitis in the aetiology of stricture has rarely been mentioned. It has been accepted that reflux oesophagitis produces benign strictures at or below the level in the gullet at which the mucous membrane changes from squamous to columnar.
Four Oesophageal ulcers frequently seem to straddle the junction between the squamous and columnar epithelium as stomal ulcers do with the gastric and jejunal mucosa. When ulcers occur at this level in the oesophagus, there seems to be no reason why they should not follow the same course as peptic ulcers elsewhere and have the same complications. Acute massive haemorrhage occurs at this site just as in other sites. Stenosis is a common sequel to pyloric ulceration and also follows a gastric ulcer at times. It was a sequel to an oesophageal ulcer in the first three cases described. In the first two cases, if haemorrhage had not occurred, the onset of dysphagia would have been the first symptom drawing attention to the oesophagus when the stenosis developed. With a duodenal ulcer, a pyloric stenosis can occur as a result of congestion and oedema, which then resolves as the ulcer heals. This sequence of events was closely imitated in the oesophagus in case 4, although resolution of the stenosis was not complete at the time of surgery. Gastric ulcers sometimes undergo malignant change. Adenocarcinoma occurs in association with hiatus hernia, and it seems possible that this could be due to malignant change in a peptic ulcer. Peptic ulcers in the oesophagus perforate at times just as they do elsewhere.
These four cases have suggested that peptic ulcers of the oesophagus may play a greater part in the pathology of the lower oesophagus than has previously been considered. They indicate that an oesophageal stricture can develop rapidly following a peptic ulcer and that this may be the aetiology of those strictures which present with dysphagia without appreciable symptoms of previous oesophagitis.
SUMMARY
Four cases of haematemesis are presented with peptic ulcers just above a hiatus hernia. Oesophageal stenosis was a sequel in each case. It is postulated that a rapid onset of dysphagia is sometimes due to a peptic ulcer of the oesophagus. It is also indicated that peptic ulcers of the oesophagus behave like other peptic ulcers and may be liable to all the complications that occur in other sites. They may also be more common than is generally realized. 
